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Abstract
Methods

Yuan Yuan, Che Yan, Wang Zhaopeng, et al. Department of
Objective  To investigate the effect of MAP kinase — interacting kinase 1 ( Mnkl ) on myocardial inflammation.
Using Mnk1 gene knockout mice and C57 BL/6 wild type mice, we investigated the nuclear localization of NF - kBp65 and the
protein levels of P — NF — kBp65 and TNF — « in heart tissue after 4 weeks of aortic banding by immunofluorescence and Western blot re-
spectively. For the in vitro studies, the expression of Mnkl in H9¢2 cells was knocked down using adenovirus expressing Mnkl shRNA.
And the cells (control group and Mnkl shRNA group) were stimulated with angiotensin [ for 48 hours. The nuclear localization of NF —
kBp65 and the mRNA level of TNF — « was analyzed by immunofluorescence and RT — PCR respectively. Results The in vivo studies
showed that P — NF — kBp65 nuclear translocation significantly increased in the heart tissue of Mnkl gene knockout mice as compared with
C57 BL/6 wild type mice. Furthermore, the protein levels of P — NF — kBp65 and TNFa increased as mediated by pressure overload, es-
pecially in the Mnkl gene knockout mice. The in vitro studies indicated that decreased Mnk1 expression increased P — NF — kBp65 nucle-
ar translocation and TNF — a mRNA expression in angiotensin [l — stimulated H9¢2 cells. Conclusion Mnkl gene knockout accelerate
pressure overload — induced Il myocardial inflammation, decreased Mnkl expression led to more aggressive cardiomyocyte inflammation
induced by angiotensin.
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